The SL mouse strain, which has a very high incidence of leukemia, was originally isolated from SMA mice by Tsuchikawa of the National Institute of Genetics, Mishima, Japan. According to Baba (1), the leukemic incidence in SL mice is 55% for females and 10%o for males.
However, no detailed reports on the virological background of the endogenous murine leukemia viruses (MuLVs) in SL mice are available. Using the transplantation rejection test, Ishimoto (10) found that the leukemic cells from SL mice and AKR mice manifest cross-reactive antigenicity. The XC-positive ecotropic virus is easily detectable in leukemic tissues of SL mice. Application of classical Mendelian genetics revealed that the inducible copy number of endogenous ecotropic virus per haploid mouse genome was 2 (A. Ishimoto and W. P. Rowe, unpublished data). However, neither the xenotropic nor the mink cell focus (MCF)-inducing virus in SL mice has been studied to date.
To determine whether the MCF-inducing virus is associated with leukemia in SL mice as it is in AKR mice, we examined leukemic SL mouse tissues for the presence of this virus. Leukemic cells from SL mouse spleens were cocultivated with mink lung cells (ATCC CCL-64 [9] ), and the culture fluids were examined for xenotropic and MCF-inducing viruses at each passage, using mink cells and mink S+ L-cells (14) . In general, the culture fluids from these cocultures were virus positive, as determined by S+ L-mink cell transformation; viruses with MCF inducibility were easily detected in mixed cultures from almost all leukemic mice. Three clonal xenotropic viruses with MCF inducibility have been isolated from three leukemic mice by successive limiting dilution purification (6) in mink cells; they were designated SL-MCF-1, SL-MCF-2, and SL-MCF-3. To study the host range of these clonal isolates, we infected various cells, including mink lung cells and NFS and BALB/c mouse embryo (ME) cells, with the MCF-inducing viruses (Tables 1 and 2) . Although all of the MCF-inducing viruses reported to date could infect both mink cells and ME cells, none of the three MCF-inducing viruses isolated from SL mice infected ME cells, indicating that the MCF-inducing viruses from SL mice were not dual tropic but xenotropic.
Mink lung cells preinfected with xenotropic MuLV such as BALB-IU-1 (6), NZB-IU-1 (6), or SL-XT-1 (16) were completely refractory to focus induction by the SL-MCF viruses, indicating that these viruses and the xenotropic virus interfered with each other (Table 3) .
To examine the possible origin of the MCFinducing virus with a xenotropic host range, we prepared RNase T1 fingerprints of their genomic RNAs. Mink cells chronically infected with SL-MCF viruses were labeled with 32p, and 35S viral RNAs were purified and analyzed by twodimensional fingerprinting (13) . In a comparative study ( Fig. 1 and Table 4 ), we examined ecotropic (SL-ET-1) and xenotropic (SL-XT-1) viruses which do not induce MCFs, using the same procedure. These viruses had been isolated from the nonleukemic spleen of an SL mouse. Ecotropic and xenotropic viruses had up to 16 clear spots in common in their oligonucleotide fingerprints (Table 4) ; 11 of these were also found in both SL-MCF-1 and SL-MCF-2 viruses. However, the SL-ET-1 fingerprint was considerably different from that of SL-XT-1: 16 ecotropic and 9 xenotropic virus-specific spots were found in the oligonucleotide fingerprints of ecotropic SL-ET-1 virus and xenotropic SL-XT-1 virus, respectively. Examination of the finger- Table 4 .
VOL. 45, 1983 NOTES 449 on October 27, 2017 by guest http://jvi.asm.org/ A second question raised by the constant isolation of MCF-inducing virus with a xenotropic host range from leukemic SL mice relates to whether the SL-MCF viruses with this host range play any role in leukemogenesis in SL mice with a high incidence of leukemia. In SL mice in which endogenous ecotropic virus is highly expressed, SL-MCF viruses can easily penetrate and infect the cells by means of a phenotypic mixing virion (12) . The constant isolation of xenotropic MCF-inducing viruses from leukemic tissues of SL mice suggests that these viruses may have a special role in leukemogenesis in SL mice, as do the dual tropic MCF-inducing viruses in AKR mice. We have been unable to isolate dual tropic MCF-inducing virus from SL mice. Although SL-MCF viruses with a xenotropic host range do not infect mouse cells, we are currently undertaking experiments to determine whether infection of newborn SL mice with the SL-MCF viral gene by means of phenotypic mixing with ecotropic MuLV can raise the incidence of leukemia in these animals.
